spread slow activity, usually of high amplitude, and superimposed fast rhythms." 12 Lithium enhances sharp waves and spikes in epileptic patients and can induce epileptiform activity and seizures in patients with no previous history of epilepsy. The degree of EEG abnormality is partly dependent on the dose of lithium, changes occurring at serum levels of or greater than 1 2 mmol/l," and with intoxication, the EEG is most abnormal in the severely intoxicated '3 and correlates with the degree of neurotoxicity.
Periodic-like complexes have not been described previously in the EEG of patients with lithium intoxication. We report two patients with a rapidly progressive dementia in whom the EEG showed periodic complexes suggesting a diagnosis of CreutzfeldtJakob encephalopathy, as did the clinical picture.
Case histories
Case I A woman aged 72 years had recurrent depression for 32 years treated with lithium carbonate 250 mg tds, with satisfactory serum levels. In 1980, she presented with a "tottery" gait and tremor in her right arm. Mild Parkinsonism was diagnosed and she was treated with benzhexol hydrochloride and Madopar (levodopa/benserazide). Two months later, she became confused and withdrawn. She deteriorated over the ensuing few weeks, becoming bed bound, mute and incontinent with coarse tremor in both arms. On examination she was disorientated, emotionally labile and able to cooperate with only simple commands. She had tremor and cogwheel rigidity in the arms with relatively normal power. 120 A Creutzfeldt-Jakob like syndrome due to lithium toxicity Routine haematology and biochemistry were normal except for an initially raised blood urea (14 5 mmol/l) and alkaline phosphatase (400 mmol/l). The CT scan was normal. The initial serum lithium level was 312 mmol/l. On treatment with parenteral fluids, the serum levels on the next successive days were 2-9, 2 0 and 0-8 mmol/l. On day three, the blood urea was 4-0 mmol/l. The Periodic sharp waves are seen in many other conditions such as post-anoxic encephalopathy, head injury and cerebral infarction. To our knowledge, they have not been described in the EEG of patients who are intoxicated with lithium. Although neither patient had haemodialysis, as recommended for the treatment of acute lithium intoxication,'9 both recovered satisfactorily over a period of 2 to 3 weeks with no permanent neurological damage. We suggest that in addition to the neurotoxic effects of lithium already described, acute intoxication may cause a syndrome which resembles Creutzfeldt-Jakob disease. That the dementing process in both patients was due to a metabolic rather than subacute spongiform encephalopathy was evident when serial EEGs were obtained. There was a reduction in slow activity with loss of periodic sharp waves and resumption of normal rhythms over 3 to 4 weeks in both cases. This is in contrast to what would be expected in CreutzfeldtJakob disease and emphasises the importance of obtaining serial records in both conditions, the EEG being one of the best means of monitoring a metabolic encephalopathy and the only noninvasive investigation of value in Creutzfeldt-Jakob disease.
